SUMMARY A case of gold associated enterocolitis is described. A review of all 27 previously reported cases revealed that the syndrome induced has common characteristics. The reaction occurs within three months of instituting gold therapy, is characterised by profuse diarrhoea and vomiting with abdominal pain, fever, and sometimes eosinophilia. Petechial changes are prominent on endoscopy and the endoscopic and histological features of the gut lesion do not resemble inflammatory bowel disease. The overall mortality is 26% but has decreased in recent years. There is no specific therapy but in severe cases diversional surgery may be justified.
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Case history
Mrs B S was a 34 year old patient of Asian extraction who had lived in the UK for 29 years and was admitted with a three week history of diarrhoea. In 1980 she presented with symptoms typical of rheumatoid arthritis confirmed on serology. Treatment included a number of non-steroidal antiinflammatory medications and choloroquine. In the summer of 1982, because of symptom deterioration, a decision was made to treat her with intramuscular sodium aurothiomalate. Twenty four hours after an initial dose of 10 mg she developed pruritis, sore eyes, a rash on the neck, and a sore throat. These symptoms settled after a few days and one week later she received a second dose of 10 mg, with no problems. A third dose of 50 mg was given after a further week and the following day she developed a fever, sore throat, vomiting, and diarrhoea. The diarrhoea progressively deteriorated over the next three weeks although her arthritis improved.
On admission she was dehydrated, shocked, had a temperature of 38°C and a pulse of 120. The serum potassium was low and there was a mild eosinophilia (800/cu mm). Stool examination for viruses, acid fast bacillae, parasites, yersinia as well as other common bacterial pathogens was negative. Barium meal and follow through showed a diffusely abnormal small bowel mucosa with loss of mucosal pattern and separation of loops. Colonoscopy revealed a total colitis with diffuse haemorrhage and inflammation but no mucus or pus. The endoscopic appearances did not resemble inflammatory bowel disease. Despite treatment with intravenous fluids, glucose and electrolyte solutions, prednisolone 60 mg daily and metronidazole she continued to deteriorate to the point of becoming moribund. It was decided to do a laporatomy. The findings at operation were of some thickening of the whole of the large bowel and lower few feet of the small bowel. The upper small bowel did not appear to be grossly abnormal. There were enlarged soft glands in the mesentery of the ileum and in the paracolic tissues. The transverse colon was opened and the mucosa appeared thickened and velvety. Biopsies were taken from this area. As the colon was the most severely inflammed part of the bowel it was decided to create a defunctioned loop ileostomy. Whilst this was being fashioned the opportunity was taken to obtain ileal biopsies. She made a good recovery from the operation with remission of her diarrhoea and surprisingly did not suffer extensive loss from her ileostomy, the effluent not exceeding 1-5 I/day.
The small intestine and colonic biopsies showed similar appearances. Initially there was surface ulceration and the lamina propria was oedematous containing a moderate degree of chronic inflammatory cells, amongst which plasma cells and eosinophils predominated. Some crypt absesses were also observed. There was no evidence of crypt distortion, mucus Over the next 21 months she was colonoscoped at three monthly intervals. For the first year no major improvement occurred after which there was a steady return to macroscopic and microscopic normality. As her colitis gradually resolved her arthritis started to become more active again.
LITERATURE REVIEW
In the early 1920s gold was introduced for treatment of a number of diseases including rheumatoid arthritis and systemic lupus erythematosis. The first case of gold induced colitis was reported by O'Donovan in 1929 and since that time only a further 26 cases have been described in the world literature. 1-24 Twenty one of these have been reported since 1972, probably reflecting a combination of an increased awareness of the condition, after publication of a paper by Roe et al in that year, and a steady increase in the use of gold over the last two decades (Figure) .
All the available data on the previously reported cases have been reviewed and is presented in Tables  1 and 2 . As can be seen, the reaction is more common in women (6:1) and there is no particular age of predilection. Nineteen per cent of patients were Jewish and 41% experienced a remission of arthritic symptoms during their colitis. It is characteristic for the colitis to start relatively soon after initiation of gold therapy. All but one of the cases occured within 10 weeks of starting gold and had received less than 500 mg of the chosen preparation. Thus, the toxicity does not appear to be dose related but is more likely to be an hypersensitivity reaction. At least five different gold salts have been incriminated, with the implication that it is the gold rather than any other moiety that is responsible for the reaction.
A wide variety of therapies have been used (Table  2 ) with no regime appearing to be particularly effective. Twenty two patients have been reported since the introduction of corticosteroids in the 1950s. Of these, 13 patients including all those who died, were treated in this way. The deaths may have been a reflection of the severity of the enterocolitis rather than a deleterious effect of therapy, however, in general treatment with steroids seems to have had little benefit. Gold associated enterocolitis should probably be placed high on the list of possible differential diagnoses in a patient with acute diarrhoea, who has received gold in the past three months. Even mild diarrhoea should be treated with suspicion and if no specific cause can be found discontinuation of therapy should be seriously considered.
We are grateful to May & Baker Ltd for supplying us with sales information on Myocrisin.
